of an active washing machine while restrained in a car seat4.
He sustained a skull fracture with an epidural haematoma.
Kravitz et a].5 and Helfer et a] . 6 suggest that children falling from elevated household surfaces seldom sustain serious injury. However, this much cited generalization does not cover falls when infants are restrained. Infants in car seats will be unable to execute their righting reflexes because of the harness. In addition, most car seats weigh about 5 kg, which will be an additional 50-100% of the weight of most four to twelve month old infants involved in these accidents. The impact energy will be much higher and the injuries in these car seats are inevitably more serious. Distinguishing head injuries due to falls from non-accidental injury is a common problem in infancy. If clinicians are unaware that head injuries can be more severe if the fall is in a car seat, they may wrongly suspect that the trauma was non-accidental.
Most patients are made aware by midwives, health visitors and health education leaflets or books of the risks of leaving even seemingly immobile babies and infants unsupervised on raised surfaces. With car seats it seems that many parents and even some health professionals assume that the child is sufficiently restricted not to fall. Previous reports and these cases demonstrate that this is not so. Focal lymphocytic infiltration of the parathyroid glands is found at necropsy in up to 10% of patients but is not usually associated with any derangement of parathyroid function in lifel. We report a case of hyperparathyroidism in an elderly patient associated with a histological picture of chronic parathyroiditis in the operative specimen. This condition has only been reported once before2.
Chronic parathyroiditis

CASE HISTORY
A woman aged 76 was first seen in 1969 with a calculus obstructing her urethral orifice. This was visible at the external meatus and was easily removed. She returned in 1974 with a left-sided renal calculus which passed spontaneously. Her serum calcium was 2.7 mmol/L (normal range 2.2-2.6) and her serum parathyroid level was 0.66 ng/mL (0.15-0.9). On repeated measurement throughout 1975 and 1976, calcium was always normal. In 1977 a stone in the left renal pelvis was removed by pyelolithotomy and proved to consist of carbonate, phosphate, magnesium and ammonium. In 1978 a stone in the left kidney was removed by pyelolithotomy. In 1979 the parathyroid hormone concentration was again normal at 0.24 ng/mL. In 1984 a left-sided staghorn calculus was removed by a combination of extracorporeal shock wave treatment and percutaneous nephrolithotomy. In 1990, at the age of 71 she was admitted with diabetic ketoacidosis (her 3 sisters and I brother were all insulin-dependent diabetics).
In 1991 she was admitted with small-bowel obstruction due to gallstone ileus. Serum gastrin was 43 pmol/L (normal <40) and the serum parathyroid hormone was raised for the first time at 164ng/L (normal range 10 to 55 the new range representing a change in the units and a change in the assay). A thallium-technetium subtraction scan did not show any parathyroid glands.
Parathyroidectomy was performed in 1992. The left inferior parathyroid gland was red brown in colour, weighed 140 mg and measured 0.8 x 0.5 x 0.25 cm. Frozen section could not distinguish between hyperplasia or an adenoma due to the presence of large numbers of Although enlarged, its microscopic appearance was thought to be normal on frozen section and no further parathyroid glands were sought. Haematoxylin and eosin staining revealed a mixed picture with no definite adenoma and no gland suppression. In both parathyroids the areas of glandular tissue were predominantly composed of chief cells forming follicular structures, intermingled with oxyphil cells (Figure 1 ). In addition, there were areas of lymphoid infiltration with occasional germinal centres. The appearances were thought to indicate parathyroid hyperplasia with parathyroiditis.
The immediate postoperative course was uneventful, despite persistence of her hypercalcaemia and hyperparathyroidism. Six months postoperatively her serum calcium was 2.94 mmol/L and serum parathyroid hormone 90 ng/L. COMMENT Previous reports have included two similar cases of isolated hyperplastic parathyroiditis2, one case of parathyroiditis coexisting with branchial-cleft cysts3 and one case of chronic parathyroiditis in a patient with multiple endocrine neoplasia type 1 (MEN-1)i. All four cases presented as primary hyperparathyroidism. Hyperplastic parathyroiditis was also reported in a case at necropsy but hyperfunction was not known to be a feature in life and this was felt to be the parathyroid equivalent of Hashimoto's thyroiditis1.
The two patients with isolated hyperplastic parathyr-oiditis2 were treated by removal of the three largest glands and preservation of the smallest, normal sized gland. Both were normocalcaemic 3 and 4 years postoperatively. These patients and ours were characterized by hyperfunction associated with multiglandular hyperplasia and lymphoid infiltration. The patient with associated branchial cysts had removal of the two enlarged inferior parathyroid glands with preservation of the two normal sized superior glands.
He was normocalcaemic six months postoperatively. The patient with MEN-1 had enlargement of one superior and the two inferior glands; the other superior gland was not identified. Two and a half glands were removed and he was normocalcaemic 18 months postoperatively.
In our patient the size of the glands removed and the lack of suppression in the second gland probably excludes a simple 'missed adenoma'. Parathyroid hamartomas can be associated with hyperfunction and have areas of stromal inflammation but are usually solitary lesions. The raised gastrin could suggest the possibility of MEN-1, but the glands were not nodular and gastrin levels may be slightly raised in hyperparathyroidism of any cause. We might speculate that this histological picture is due to a stimulating antibody (like Graves' disease) or to cytokines produced by the lymphocyte infiltrate (which could also explain the parathyroiditis). An alternative, which in reality may be the same thing, is the diagnosis of chronic parathyroiditis associated with parathyroid hyperplasia and hyperparathyroidism. The relevance of this patient's diabetes and of her strong family history of insulin-dependent diabetes remains to be explained. Primary hypothyroidism, Graves' disease and type I diabetes mellitus have been described in association with the type II polyglandular failure syndrome so it is conceivable that not only hypoparathyroidism but also a Graves'-like hyperparathyroidism are part of these syndromes. Antibodies to bovine parathyroid cells have been detected in patients with autoimmune hypoparathyr-oidism5 and serum from this patient might be studied in this way. Alternatively serum antibodies can be detected by immunofluorescence with dispersed human parathyroid cells or parathyroid sections6.
